come to reconsider the 1970 European Society of Paediatric Gastroenterology and Nutrition (ESPGAN) diagnostic criteria for gluten sensitive enteropathy,l we do not entirely agree with the timing of the diagnostic intestinal biopsy proposed by our Italian Group of Paediatric Gastroenterology at the meeting in Trieste, May 1987, and recently published.2 A multicentre study indicates that in Italy the vast majority of diagnoses of gluten sensitive enteropathy (more than 90%) are made in young children who are referred with signs of malabsorption and are then found positive for the antigliadin antibody test. At the Trieste conference it was stated that these so called typical cases do not need a gluten challenge and can be readily and definitely diagnosed by a single biopsy specimen showing a flat mucosa at the first work up.
Looking back on our hundreds of biopsies we have noticed that whenever the clinical and laboratory data strongly suggested gluten sensitive enteropathy, we nearly always found a flat mucosa at the first intestinal biopsy. It appears then that the initial biopsy recommended by ESPGAN and retained by the Trieste recommendations is seldom informative as its result is highly predictable in typical patients. In these cases (supported by a positive antigliadin antibody test and abnormal intestinal permeability test) we suggest that the initial biopsy is avoided and a six to 12 month period of gluten free diet is commenced (figure).
As the first years of a gluten free diet seem to have an imprinting effect on the long term compliance, we believe that the gluten challenge is, at present, unavoidable in the youngest patients because it demonstrates the persistence of the disease to the patient's family. At The data that best evaluates the role of urinary growth hormone excretion as a screening test for growth hormone deficiency is that from the children with short stature in group 3. These were all studied prospectively with concurrent urine and blood tests and the urinary growth hormone results compared with the reference range from a normal population (fig 3) . In fact we have since studied at least another 100 similar children and have not yet missed a child with growth hormone deficiency on the basis of low serum growth hormone concentrations in response to provocation but a normal urinary growth hormone. Such is our experience and confidence in the method that we now use it as a first line screen for growth hormone deficiency and offer it as part of our regional endocrine service to Wessex paediatricians.
